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PTIIX-HHAOYIIHPOBAHHBIE IKCIIEPHMEHTAABHBIE
MOIOEAH [IATOAOT'HH HMMYHHOH CHCTEMBbI

Koaecuukona O. Il., Kynaesa O. T., Cyxeumko T. I.,
CadrporoBa H. B., Kozaos B. A.

OKCIIEPUMEHTAABHOE MOAeAHMpPOBaHue ¢ nomolunpio PTIIX npu
OIIPEAEACHHBIX N'€HETHYECKHUX PA3AUYHAX AOHOPA H PELHIIHEeHTa B
aAAOTC€HHOH H IIOAYAAAOT€HHOM CHCTEME POAUTEAb — F) peuumnueHdT
IIPUBOAUT K Pa3BUTHIO OCTpOoWl HAn XpoHu4Yecko¥t PTIIX u
BCACACTBHUE JITOr0 BO3HHUKHOBEHHIO pPa3HOOOpPa3HBIX HMMYHOIA-
TOAOTHYECKHX DPACCTPOMCTB OT MMMyHHAe(dHUIIHTA OO0 AHUM@PONPO-
AM(pepaTHBHBIX M CMEIIAHHBIX CHCTEMHBIX AayTOHMMMYHHBIX Hapy-
IIIEHUH (AIOIyCHBINM He@pPHUT + peBMaTOUAHBIN aptrpur). Pacumpe-
HHE CIIEKTpa 3KCIHEPHMECHTAABHBIX MOZAEAE€H HapylIeHH# remo- u
HMMYHOIIO33a U aJallTanusa MOIAECAEH OAS HNPHKAQIHBIX HCCAEHO-
BaHHUHN SIBAFETCS IIEABIO paboThl.

B moayassoreHHoini momean DBA/2 — B6D2F; B pesyarTare
PTIIX pa3BuBaercsd HMMMYHOCYIIPECCHS HMAH HMMYHOCYNIpPECCHS +
HMMYHOKOMIIACGKCHBIH TAOMEPYAOHEePHT, B aAAOTEHHOR Mozeau
C57BL/6 —» BALB/c (nepBuuHbIi perunueHT) - BALB/c (BTOpHU-
HBIA PELIUIIHEHT ) — HMMYHOCYIIPECCHS.
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CTpykTypa HMMYHOZe@HUHUTA HMEET CYIICCTBEHHLIC pa3AUYUs]
B IIOAYAAAOT€EHHON H AAAOT€HHOM CHCTEME. IIPH OTHOCHTEABHO

ONMHAKOBOM CHMIKEHUU Doaee 4yeM HarmoaoBHHY ypoBH# IgM AOK k
BB B 06eUX cCHUCTEMAX, B IIOAYAAAONE€HHOH cHcTeMe coxpanHeHa I'3T
k OB, Torna kak B assoreHHoi — ['3T kK OB CHHXeHa HAIIOAOBHHY.
KAMHHYeKHe OPOIBACHHUSA HMMYHOAESMHIIMTA B IOAYAAAOTEHHOH H
AAAOTEHHOM CUCTEeMaX CYILIECTBEHHO pPa3AM4YarloTCcd — B AAAON€HHOH
pa3BuUBaeTcs Goaee TIKEABIH MMMyHOAEPHUHUT (oTMedaeTCH 00Ab-
masi IoTepsi Beca, AEPMaTHUT, KOHBIOHKTUBHT, JHUapeEs).

[ToAyannOT€HHasT ¥ aAAOP€HHad MOJEAM HMMMYHOAEe(PHLIHTA
XapaKTEPHU3YIOTCH IIPOABACHUAMH AHEMHH, BBIPAXKEHHOCTH KOTO-
poii B nepudepudeckoit Kkposu (Hb, Ht) B assorenHo# moaeau He-
3HAYUTEABHO Ooabllie. B To 3Xe BpeMs 3THU MOIEAH OIIIO3UTHEHI II0
YPOBHIO KOCTHO-MO3TOBOT'O 3PHTPOIIO33a: B MMOAYAAAOI€HHOH MO/Ie-
Al HabAlOMaeTCs CTUMYASIIIUS PaHHHUX M IO3AHUX 3TanoB audde-
PEHLIUPOBKH 3PHTPOHA, & B AAAOTCHHOH - HAIIPOTHUB, IIOAABAEHHE
3THX 3TAIlOB.

$yHKIIMOHAABHBIE CBOHCTBA MakKpodaroB, NPOAYKLIHNA HMHU IIPO-
BOCIIAAUTEALHBIX LIMTOKHHOB TAKIXKE PaA3AHYaIOTCA. B IMOAYAAAOTEH-
HOII MOIeAu HaDAIOJAETCA CTHMYyAdIUa ¢aronurosa, yCHAEHHE
CrioHTaHHOHN mnpoaykKuuuu MA-1 ¥ CHHIXKEHHE CIIOHTaHHOH NIPOAYK-
muu PHO-o, B aAAOTEHHOM MOJEAH — (PATOIIHUTO3 MOAABAEH, yTHETE-
Ha cnoHTauuada U AIIC-upaynuposaHHaa MPOAYKIIMA 3THUX IIUTOKH-
HOB.

[IpeacraBA€HHBIE JaHHBLIE CBHIAETEABCTBYIOT O BO3MOXKHOCTH
ucrioab3zoBaHuda PTIIX-HHAYLHUPOBAHHBIX COCTOAHHHM HMMMYHOCY-
IPECCHU B KA4eCTBE SKCIIEPUMEHTAABHBLIX MOIAEAE€H HMMMYyHOOE(MH-
LIMTA, COYETAIOIIMXCA C HAPYUIEHHUSAMHA 3PUTPOIIO33A.

GVHR-INDUCED EXPERIMENTAL MODELS OF THE
IMMUNITY DISORDERS

Kolesnikova O. P., Kudaeva O. T., Sukhenko T. G.,
Saphronova I. V., Kozlov V. A,

The induction of acute or chronic GVHR under certain gene-
tic differences of donor — recipient in allogeneic or semiallogeneic
system causes the development of various immunopathological
states from immunosuppression to mixed systemic autoimmune
states (SLE + RA). The aim of this investigation is an expansion of
spectrum of experimental models of disturbances of erythro- and
immunopoiesis and adaptation of these models to the applied
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study. The manifestations of immunosuppression or immuno-
suppression + immunocomplex glomerulonephritis are in semia-
llogenic model DBA/2 — B6D2F; and allogenic model C57BL —
BALB/c (primary recipient) - BALB/c (secondary recipient) only
had immunosuppression.

The structure of immunodeficiency is different in semiallogenic
and allogenic systems: we observed a relatively identical 2-fold
decrease in the level of IgM PFC to SRBC in both system, but in
semiallogenic system DTH to SRBC is normal compared to allo-
genic system where a 2-fold decrease was observed. The clinical
manifestations of immunodeficiency are significantly different in
both models: in allogenic system the heavier immunodeficiency
developed (dramatic weight loss, dermatitis, conjunctivitis, diar-
rhea).

Although in both models of immunodeficiency we observed the
identical level of anemia in peripheral blood (Hb, Ht) in allogenic
system the expression of anemia was not much more. These mod-
els are opposite by the level of bone marrow erythropoiesis: in
semiallogenic model we observed an increase of the early and late
erythroid precursors but in allogenic - their drop.

There are differences between these groups according to the
functional properties of macrophages, and their production of
proinflammatory cytokines: in semiallogenic model we observed
stimulation of phagocytosis, an increase of spontaneous produc-
tion of IL-1 and a decrease of spontaneous TNF production, in
allogenic model we found suppression of phagocytosis and spon-
taneous and LPS-induced production of these cytokines.

These results indicate the opportunity of the use of GVHR-
induced states of immunodeficiency as experimental models of
immunodeficiency correlated with disturbances of erythropoiesis.
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